General Exam 1 + 2 


e JACCOL 

e Is the patient conscious? 

e Is the patient co-operative? 

e Is the patient well orientated? 

e Is the patient in respiratory distress? 
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Increase RR shows resp distress 

Nasal flaring 

Use of accessory muscles of inspiration - SCM 
Tachypnea 

Grunting in a child 

Cyanosis 

Recession of intercostal muscles 


e Nutritional status of patient 
e Wasted px implies a debilitating condition - malignancy 
e Obesity can point to: 
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Hypertension 

Diabetes 
Hypercholesterolemia 
IHD from lifestyle factors 
Cardiac pathologies 


e Is the patient comfortable? 


e Vital signs 


o Radial pulse 
= 30 seconds in the ward, 15 seconds in the osce *4 
= Normal rate is 60-100bpm 
= Above 100 is tachycardia 
= Below 60 is bradycardia 
= Check for radio-radial delay - obstruction - embolus, 
thrombus, aortic dissection (tearing of wall of blood vessel, 
blood between tunica media and tunic adventitia) 
=  Radio-femoral delay can be caused by coarctation of the 
aorta 
o Respiratory rate 
= Normal is 12-20 breaths per minute 
= >20 tachypnea 
= <12 bradypnea 
o Temperature 
= Normal - 36.9 - 37 degrees 
«Increase in temperature can be caused by URTI 
o BP 
= Postural hypotension 
= Test when px is sitting and standing up 
e JACCOL 


o Jaundice 


= Yellowing of the skin and sclera 
= Caused by an increase in bilirubin level in the blood 


= RBCS have hemoglobin, when hb is broken down you get 
heme and globin 
= When heme breaks down you get iron and billiverdin 
=  Billiverdin can be broken down into bilirubin 
= Bilirubin in the blood is unconjugated circulating in the blood 
bound to the plasma protein albumin 
= When bilirubin reaches liver it gets taken up by hepatocytes 
and albumin gets recycled 
= Unconjugated bilirubin gets conjugated in the liver to 
glucoronic acid 
= UDPG enzyme conjugates bilirubin - deficiency of enzyme 
can cause unconjugated hyperbilirubinemia 
= Conjugated bilirubin is an impt component of bile 
= It gets excreted into duodenum and conjugated bilirubin is 
broken down into urobilinogen via gut flora 
= Urobilinogen becomes stercobilinogen - makes stool brown 
= Some urobilinogen can get reabsorbed back into the blood 
and get excreted by the kidney in the form of urobilin - very 
little 
= Pxs with jaundice can have unconjugated or conjugated 
hyperbilirubinemia 
= Pre-hapatic, hepatic and post-hepatic causes of jaundice 
= Pre-hepatic causes: 
e Increased breakdown of RBCS 
e Hemolytic aneamia 
= Hepatic causes: 
e Hepatocellular failure because they are not functioning 
they can’t conjugate bilirubin 
= Post-hepatic cause: 
e Biliary obstruction - bilirubin doesn’t get excreted into 
intestines 


"Look at the yellowish discoloration of the skin and the sclera 


= Ask the px to look down while we examine the sclera 
= Pruritus - itchiness - look for scratch marks 


e Stercobilin gives stool a dark color, if bilirubin is not 
excreted via intestine the stool won’t have its brown 
colour 

e Fats also won't be broken down as bilirubin is an impt 
component of bile so stool will be white 

e Dark urine - increase amount of bilirubin excreted via 
kidney, urobilin gives urine its yellow colour 

o Aneamia 


= Causes: 
e Hypoalbuminemia 
e Shock 


o Cyanosis 
= Peripheral cyanosis 
e Check on fingers and toes 


e Caused by a reduced cardiac output which can be due 
to shock (decrease in cardiac output so the oxygen 
demands of tissues cannot be met) or LV failure 

e Exposure to cold 

e Arterial/venous obstruction 

e Decreased amount of oxygen in blood so the tissues 
are now getting less oxygen than normal - bluish 
discoloration 

Central cyanosis 

e Look at tongue 

e Decrease in arterial oxygen saturation in lung 

e Can be caused by hypoventilation - coma or 
obstruction 

e Lung disease such as COPD with cor pulmonale 

e Polycythemia 

o Increase in blood cells to plasma ratio 
e Hemoglobinpathies 
o Hb is oxygen carrying molecule in the body 


o Clubbing 


Increase in the angle between the angle of the nail and angle 
of the nail bed 
Caused by an increase in proliferation in the connective 
tissue of our digits 
Can occur on fingers or toes 
Respiratory causes: 
e Suppurative lung disorders 
o Bronchiectasis - produces copious amounts of 
foul smelling sputum 
o Lung abscess 
o Empyema - pus in pleural space 
e Lung malignancy 
GIT causes: 
e Celiac disease 
e Inflammatory bowel disease 
Congenital cyanotic heart disease - 
e a condition where the px has a right to left cardiac 
shunt 
e The blood that is being drained into the right atrium by 
the SVC and IVC is not going into the right ventricle 
e It is going from the right atrium to left atrium 
e Completely bypassing the pulmonary circulation 
Pathogenesis of clubbing: 
e Many different theories about how its caused 
e When our megakaryocytes are released from the bone 
marrow they usually enter pulmonary capillaries and 
they are broken down 
e However, when there is a pathology in the lung or the 
px has congenital cyanotic heart dx - megakaryocytes 
are not broken down 


e Megakaryocytes then enter systemic circulation and 
they lodge in the distal capillaries eg. Digits 
e When they lodge they release PDGF and vascular 
endothelial growth factor 
e The growth factors can promote proliferation of 
connective tissue and connective tissue hypertrophy 
e Therefore, bulging/drumstick appearance of digits 
e Clubbing can also be caused due to vascular dilation 
e Look for clubbing on the digits 
o Test for fluctuation on the nail bed 
o Raising the finger to your eye level and checking 
for an increase in the angle between the nail 
and nail bed 
o Schamroths sign not commonly done in wards 
o Edema 
= Extravastion of fluid - fluid is leaking out of blood vessels and 
accumulating in the tissues 
= Pathogenesis of edema: 
e Caused by reduction in the oncotic pressure 
e Less proteins present in the blood 
e Less proteins can be due to any liver disease; synthetic 
function of liver is decreased - reduction in plasma 
proteins - oncotic pressure decreased 
e There is extravasation of fluid as there is less proteins 
unable to hold the water 
e Water leaks out of blood vessels and into the tissues 
e Leads to swelling 
e Bipedal pitting edema can be caused by: 
o Synthetic function of liver compromised - 
hepatitis, cirrhosis 
o Right ventricular failure: 
= increase in venous pressure 
=  Extravasation of fluid 
= Doesn't occur on isolation, can occur 
secondary to COPD with cor pulmonale 
o Renal pathology: 
= Nephrotic syndrome 
e Protein losing nephropathy 
e Decrease in oncotic pressure and 
the same mechanism as above 
e Unilateral edema can be caused by: 
o Obstruction such as a DVT 
e When you are testing for pitting edema: 
o 10 seconds and use 2 fingers generally 
o Press against the bony prominence of the tibia 
o Lymphadenopathy 
= Enlargement of the lymph nodes 
= Caused by an infection or malignancy 
= Whenever there is an infection there is proliferation of 
immune cells 


= Immune cells proliferation produces enlargement of lymph 
nodes 

= When pathogenic organisms travel in lymphatic fluid and 
enters lymphnode they have the ability to produce an 
infection of the lymphnode - lymphadenitis 

= Organisms can proliferate in lymphnode and can remain 
latent or dormant in lymphnode and reactivate when px 
becomes immunocompromised 

= Cancer cells can be transported in the lymphatic fluid, enter 
lymphnodes and proliferate and produce cancer of the 
lymphnodes 


Revise all other aspects of the general exam 
Clinical methods OSCE is 5 minutes per station 


Need to demonstrate and elicit certain signs and you will be asked questions on 
the pathogenesis and causes 


